SUMMARY During a 10-year period 45 children were identified as having had neurological complications associated with severe arterial hypertension. Convulsions were the most common complication, occurring in 42 (92%) children. Two (4 %) children each presented with a facial palsy and 2 (4 %) with 
Previous reviews have paid little attention to central nervous system involvement in hypertension, although studies from centres quote an incidence of complications occurring in 8 to 11 % of hypertensive children. ' 2 More recently there have been several comprehensive case reports documenting complications encountered after the treatment of severe hypertension both in adults and children.3-5 Cuneo and Caronna6 proposed that the neurological complications of hypertension could be classified into three syndromes which differ clinically but share the same underlying pathological process. The characteristic effect of hypertension on the brain is involvement of the small arteries. The pathological process in these arteries may be acute as in hypertensive encephalopathy (HE), or chronic as in lacunar infarction or cerebral haemorrhage. Traditionally HE is believed to leave no residual deficits if the blood pressure is promptly reduced. The purpose of this review is to characterise the nature and frequency of neurological complications as encountered in hypertensive children during a 10-year period, and to determine the prognosis.
Methods
Case records of 45 children, 25 boys and 20 girls, with severe arterial hypertension referred to the paediatric nephrology unit at Guy's Hospital between 1971 and 1980 were reviewed. All children had developed neurological complications as the presenting sign or as a consequence of the hypertension.
Thirty patients were available to follow-up and were seen at a mean interval of 2-7 years (one month to 10-6 years) after the episode of HE.
A complete neurological examination, including an assessment of visual acuity (Snellen), was undertaken by one investigator (R S T) in At presentation 16 (35 %) children had evidence of hypertensive retinopathy, either papilloedema alone or in association with retinal haemorrhages. In 7 (16%) children there was a previous history of a convulsive episode. In 4 these were diagnosed as simple febrile convulsions sustained during the first 3 years of life, one of whom was receiving anticonvulsant therapy. The others were diagnosed as having idiopathic epilepsy and all were receiving the appropriate anticonvulsant therapy. Seven (16%) had had more than one hypertensive fit after the initial episode and one child in this group had died. Three children in this group were also receiving anticonvulsant therapy.
Neurological examination in 30 children showed no evidence of motor or sensory deficit not noticed before the episode of HE. One patient was known to have had a left hemiplegia since infancy (HE at 7-2 years), and another an oculor-motor apraxia diagnosed at 4 years (HE at 9 3 years). There was no evidence of lower motor neurone facial paralysis in the 2 children who had presented with this lesion 4 years and I year before this study.
Twenty-nine CT brain scans were undertaken in 25 children. In 15 (60 %) children, these were There are no specific symptoms of hypertension and any neurological sign should be regarded as a complication. Headache, usually severe and generalised, is the most common complaint. Visual complaints range from blurring of vision to transient blindness.12 Nausea and vomiting are initial complaints in many patients. Seizures, both focal and generalised, occur more frequently in children.12 13 Severe hypertension in childhood is most frequently secondary and nearly always of renal parenchymal origin. ' 12 There are few reports of cerebrovascular complications associated with hypertension secondary to coarctation of the aorta14 15 and indeed no such child was seen at Guy's Hospital, a referral centre for both paediatric nephrology and cardiology, throughout the period of this study. It would appear that most infants with coarctation of the aorta present predominantly with heart failure before arterial hypertension becomes a problem.
In this study a significant number, 19 (42 %), of children had each had an epileptic seizure as the presenting sign of the previously undetected arterial hypertension. Although several reviewers have concluded that blood pressure screening for essential hypertension in children is laborious and not cost effective, '6 17 20 Psychometric assessment failed to demonstrate convincing differences in cognitive functioning between the HE and control groups. There are indications that these children will have educational difficulties in addition to those expected on the basis of absences from school-that is in reading. The precise cause of these reading difficulties is uncertain in this study, although the association between organic brain dysfunction and reading problems is well recognised.21 The poor social relationships formed by many of the children in the HE group deserves attention and this is one of the factors which may be related to later psychiatiic disorder. 22 The evidence, such as it is from the study, would seem to suggest that it is worth assessing educational progress in children who in addition to chronic illness have had neurological complications associated with hypertension, and instituting remedial measures if necessary. Social contacts appear to be difficult for these children and this requires further study. However, it should be possible to alert the parents of such children to the importance of this problem and perhaps encourage them to promote social contact between handicapped and able-bodied children. Although not wishing to add to the considerable concern of parents whose children suffer from chronic ill health, education and social issues are of paramount importance to the future welfare of every child. 
